Pathogenetic mechanisms in nephrotoxic acute renal failure.
Despite marked variations in the chemical nature of nephrotoxic agents, most probably trigger lethal tubular injury via activation of a limited number of pathogenetic pathways. Elucidation of these pathways has been an area of intense investigation, with the hope that the knowledge obtained might lead to new interventions for preventing acute renal failure. The roles of altered cellular energetics, oxidant stress, cellular calcium overload, and deranged phospholipid homeostasis have undergone intense scrutiny. Recently, the participation of cytoskeletal rearrangements and apoptosis have been increasingly assessed. The purpose of this article is to provide a brief overview of this broad and evolving area of investigation.